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In the original publication, the name of one of authors, Mariko Kato Hayashi, was mistakenly spelled with a hyphen. This has been
corrected in the article online.Mechanically Activated Ion Channels
Sanjeev S. Ranade, Ruhma Syeda, and Ardem Patapoutian*
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In the original publication, we stated that ‘‘Lolicato et al. concluded that the TM4 conformational change of TRAAK hinges on the
conserved glycine (G124) that resides on the pore helix (P1) that contacts the top of TM4 (Lolicato et al., 2014).’’ We incorrectly iden-
tified Glycine (G124) as the hinge site for movement of TM4. This residue (G124) is the site of a gain-of-function mutation. The
conserved Glycine residue in TM4, G268, is the hinge site for movement of the lower portion of TM4. We also misspelled ‘‘Shear
Stress’’ in Figure 2A as ‘‘Sheer Stress.’’ This has now been corrected in the article online.Neuron 88, 433, October 21, 2015 ª2015 Elsevier Inc. 433
